Sinar ultraviolet (uv) In one study, T4 endonuclease V (T4N5), which
IJniversity of Indonesia, Jakarta 10320, Indonesia 6 Dapartmenl of Preventive Medicine, Nagoya University School of Medicine, Nagoya 466-8550, Japan DNA damage and DNA repair in UV cârcinogenesis UV radiation induces chemical alterations in cellular DNA, known collectively as DNA photoproducts. The major photoproducts induced by carcinogenic UVB are cyclobutane pyrimidine dimers (CPD) and photoproducts. Both types of these photoproducts are formed at dipyrimidine sites in DNA. Evidence for the role of photoproduct-induced mutagenicity in nonmelanoma skin cancers was provided by a study' that showed a high frequency of mutations in the p53 tumor suppressor gene ai dipyrimidine sites. These photoproducts are usually repaired by DNA nucleotide excision repair (NER) in normal cells.
However, patients with xeroderma pigmentosum (XP) are very sensitive to sun exposure In contrast to CPD or photoproducts revealed the induction of these photoproducts in human skin, although photoproduct-positive cells disappeared more rapidly than those containing CPD or induces GC to TA transversions during DNA replication. Taken together with the ciemonstration of GC tc TA transversions in the p53 and ras genes in UVB-induced skin cancers in mice and in humans, and the protective effects of antioxidants, these results 
